When Food is Scarce, Cells Dine on Themselves pp.75-9
Highly conserved mechanisms are in place to drive food-seeking behavior in organisms. When resources are scarce, similarly conserved mechanisms drive behavior at the cellular level. Depletion of nutrients drives cells to undergo autophagocytosis, a process that, in a sense, "eats" its own redundant cellular components. In this review, Rajat Singh discusses hypothalamic autophagy and its resulting effect on food intake and energy balance. Interestingly, eradicating hypothalamic autophagy reduces body fat, in rodents at least. Further exploration in this area may contribute to new therapies to help control obesity and insulin resistance in humans. It is common knowledge that obesity contributes to cardiovascular disease, diabetes and cancer, but less known is that a loss of fat tissue, in the form of abnormal degeneration (lipodystrophy), can also contribute to these metabolic disorders. This phenomenon points to the importance of a balance between too much or too little adiposity. Interestingly, an excess or deficit of adipose tissue shares a common factor, an increase in collagen deposition, or fibrosis. Adipocytes are greatly influenced by their surrounding extracellular matrix (ECM) and because collagen is one of the largest members of this ECM, it is important to understand the molecular mechanisms through which this matrix regulates adipocyte function. In this review, Tae-Hwa Chun takes an in depth look at rodent models to help elucidate some of these mechanisms.
Metabolic

Galectins to Treat Obesity pp. 96-100
Taking in more calories while expending less creates a build-up of fat, which then puts strain on adipocytes, or fat cells. Adenosine Receptor Mediated Metabolism pp. 108-11
As the incidence of diabetes continues to rise in many countries in an unabated fashion, identifying treatments to control or eradicate diabetes is a hot topic. Using adenosine A1 receptor (A1AR) deficient mice, Robert Faulhaber-Walter describes findings that these mice not only gained fat, but also became insulin resistant.
They also found evidence for A1AR's involvement in the metabolic regulation of adipose as well as in insulin-controlled glucose homeostasis and insulin sensitivity. Possible mechanisms for adenosine mediated central regulation are also suggested in this commentary. 
